We are of the opinion that selected patients with sarcoid osis may benefit from therapy with cyclosporine. Clearly patients with insulin-dependent diabetes mellitus or with corticosteroid-induced diabetes mellitus may be unsuitable for cyclosporine therapy because of unstable glucose metab olism stemming from abdominal side effects with anorexia or from the direct effects ofcyclosporine. The drug may be of benefit in skin sarcoidosis or in progressive sarcoid resistant to conventional therapy. The appropriate indica tions, the duration, and the dosage of the drug for optimal treatment have yet to be determined and further trials are necessary to determine the place for this drug in the therapy of chronic sarcoidosis.
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The authors thank N. Lesmeister for secretarial assistance in preparing the manuscript. blood volume, mI/kg6161 with 16 percent MB fraction. The patient received 11 L o)f 0.9 percent sodium chloride over the next 48 hours.
A gated nuclear ventnculogram was obtained on the third hospital day and demonstrated a left ventricular ejection fraction of 0.48 with inferoapical and po)stero)lateral hypokinesis and a first pass right ventricular ejection fraction of 0.31 with diffuse hypokinesis (Fig 1) . An echocardiogram revealed no pericardial effusio)n. At the end of seven days the CI increased to) 2.5 11mm/sq m (thermodilu tio)n), normal sinus rhythm returned, and the RAP fell to) 8 mm Hg while the PCWP was 12 mm 11g. Cardiac catheterization showed complete occlusion of a large dominant right coronary artery and mild occlusive disease of the left coronary system . The patient was discharged home on the 21st day Two weeks after hospital discharge the patient complained of lightheadedness on standing. Supine systolic brachial artery pres sure was 90 mm Hg and standing it was 40 mm 11g. the ability ofmineralocorticoid therapy to correct low cardiac output and orthostatic hypotension as a late sequela of right ventricular infarction.
CASE REPORT
A 52-sear-old man was admitted to) the hospital with shock and bradvcardia tWO) hours following the onset ofchest pain. The initial arterial systo)lic pressure was 40 mm Hg with a heart rate o)f 30 bpm. The patient was semicomato)se, jugular veins were markedly distended, and heart tones were difficult to) hear. An initial ECC showed junctio)nal rhythm at 42 hpm , absence of P waves, and acute inferior injury pattern. ST elevation in lead 3 was greater than in lead 2 suggesting RVMI. Within the first two hours of hospital admission dopamine treatment was started, and a temporary transvenous pacemaker, Swan-Ganz pulmonary artery catheter, and intra-aortic balloon counterpulsation catheter (IABP) were inserted. Endotracheal intubation and mechanical ventilation were initiated. With dopamine and the IABP, the initial mean right atrial pressure Our patient had a normal right ventricular filling pressure even after volume loading; therefore, his low cardiac output could not be attributed to noncompliance of the right side of the heart. We believe that low cardiac output was the cause of orthostatic hypotension in our patient. Poor systolic function ofthe right ventricle was one aspect contributing to the low cardiac output but it was not the only factor. The other important aspect was the patient's failure to make the normal compensatory adjustment to cardiac dysfunction, ie, ex panded blood volume. When blood volume was expanded by saline solution infusion, cardiac output increased and postural hypotension resolved. When blood volume was and left heart filling pressure remained greater than right heart filling pressure (PCWP>RAP). With standing (Fig 3) , the relationship between PCWP and PAP became abnormal. The left heart filling pressure (PCWP) remained low despite a normal right heart filling pressure (RAP) suggesting that the right ventricular systolic function could not maintain left ventricular preload. After administration of 2 L of saline solution the right heart filling pressure was greater than the left heart filling pressure (RAP>PCWP).
THERAPY
These results showed that the patient's orthostatic hypo tension could be ameliorated acutely by intravascular vol ume expansion above the volume level that he achieved as diagnostic value of ST elevatu)n in lead III exceeding that of lead II during inferior/posterior infarctu)n and comparison with right-chest leads V3R to V7R. Am Heart J 1989; 117:82-6 4 Sohel BE, Roberts R. Hvpc1ension an(l syncope. In: Braunwald E, ed. of the septic source along with liver transplantation corn pletely reversed the respiratory failure.
CASE REPORT
A 32-year-old woman was admitted to) University Hospital for pOssil)le liver transplantation.
She had a 17-year history of biopsy proven chronic active hepatitis. The hepatitis progressed to)cirrhosis with portal hypertension manifested by esophageal varices, uncon trolled ascites and splenomegaly. Four sears prior to this admission she developed l)lOOdV diarrhea and was diagnosed as having ulcerative colitis. This was relatively quiescent up until a mo)nth before admission. At that time l)loxKlVdiarrhea recurred and became pro)gressively worse. Liver disease was advanced and began to deteriorate. The serum bilirubin value was 663 p.mo)l/L, the serum albumin was 13 g/L and the prothromhin time was 16.5 s (con trol = 13.5) with flO)response to) vitamin K. The liver function tests were ALT, 93 lU/L; AST, 86 lU/L; and alkaline phosphatase, 360 lU/L, respectivel@; Encephalopathy had worsened. Past history included pulmonary tuherculo)sis that had been adequately treated.
A physical examination at the time of admission revealed an encephalo)pathic, malnourished icteric female weighing only 47 kg. Skin appeared dry and jugular venous pressure was zero. There was a right pleural effusion. Ascites and splenomegaly were pro notinced and the liver was small. There was fresh blood in the rectum. The patient was anemic (lib, 67 g/L) and appeared hypovolemic. Urine output was less than 10 mI/h. The serum urea value was 21 p.mo)llL and the creatinine was 122 ixmol/L. She was given blood and albumin with an improvement in the urine output. Endoscopy revealed eso)phageal varices and mild gastritis. Sig moidoscopy revealed severe colitis with large ulcers and a colonic l)iopsy showed inflammatory bowel disease. She was treated with methylprednisolone (10 mg/day), salicylate and hydrocortisone (200 mg/day) enemas.
Over the next three days radiographic and clinical evidence of pulmonary edema developed. Diuresis, fluid restriction and re peated thoracentesis to achieve a daily negative fluid balance were unsuccessful in resolving the pulmonary edema and she required admission to) the ICU with intubation and positive pressure venti lation (Fig 1) . Arterial hlo)od gas values prior to) intubation on a F1o2 of 0.50 were PaO2, 35 mm Hg; PaCO2, 35 mm Hg; pH, 7.45; and HCO3, 24 mEqlL. The ECC was normal. Wedge pressure was 12 mm Hg, cardiac index was 4.3 11mm/rn2 and calculated systemic vascular resistance index was low at 983 dyness'cm @ mm 2(normal, 1,680 to) 2,580). At the same time, blood cultures taken three days before were reported to) be growing Bacteroides. Sputum and pleural fluid cultures were negative.
Abdominal and pelvic ultra so)und showed ascites 1)Ilt no)abscess. A diagnosis O)fARDS secondary to) sepsis in a patient with end-stage liver disease was made. The lung injury score2 of 2.3 indicated moderate to severe ARDS (Fig  2) . Because O)fthe sepsis, liver transplantation was postponed. 11cr immediate ICU course was complicated by a pneumo)thorax from high PEEP (18 cm H20), recurrent co)lonic bleeding, coagu lopathy and herpes lahialis. She was aggressively supported with ventilation; imipenum-cilastatin, 1 g even 6 h; acyclovir, 200 mg every 12 h; to)tal parenteral nutrition and meticulous nursing care.
Over the next 19 days her pulmonary status improved somewhat (F1o0, 0.55, and PEEP, 13 cm 1120) and blood cultures became negative (Fig 2) . At this point, orthotopic liver transplantation and subtotal co)leetomv with ileostomy and mucous fistula was per formed. Intrao)perative findings included a small cirrhotic liver, a large spleen and massive ascites. No abscess was discovered and the external appearance of the bewel was normal . Postoperatively, Ftcuiu: 1. Anteroposterior chest x-ray film taken at time of admis 
